A 70 year old retired dock porter presented to his local hospital with a haematemesis. He had always been healthy apart from a 1 month episode of epigastric pain 3 y earlier. He gave no history of either drug or alcohol abuse.
The patient's presenting haemoglobin was 4.5 g/dl. A laparotomy was performed at that hospital for a presumed bleeding peptic ulcer, but a gastrotomy revealed only gastritis. Over the next 10 weeks the patient had four further episodes ofhaematemesis and melaena, and was managed conservatively with multiple blood transfusions, cimetidine and carbenoxolone. Upper gastrointestinal endoscopy on three occasions failed to reveal the source of haemorrhage.
Four months after the first haematemesis, the patient was referred to the Royal Free Hospital. On examination the spleen tip could be palpated. Electivc endoscopy revealed possible gastric varices and a prominent ampulla of Vater. The only laboratory abnormality was a raised gamma glutamyl transpeptidase (142 U/1, normal 7-30 U/l).
Two days after admission the patient had epigastric pain for several hours, followed by a 2 litre haematemesis. Emergency endoscopy again failed to identify the source of haemorrhage, but fresh blood was noticed near the ampulla of Vater. Emergency selective mesenteric arteriography revealed a blocked dorsal pancreatic artery ( Figure 1 ) and an absent splenic vein with gastric varices (Figure 2 ). Ultrasound revealed a 2 cm semi-cystic mass in the pancreas, infero-posterior to the splenic vein and anterior to the superior mesenteric artery (Figure 3 ). Endoscopic retrograde cholangio-pancreatography (ERCP) revealed a distorted pancreatic duct, apparently due to testinal tract: gastritis, peptic ulcer and portal hypertension are all common, especially in alcoholics. Even in a series of patients with haemobilia, only 7 had haemorrhage originating from the pancreas (Sandblom, 1972 ). Up to 1976, there were reports of only 39 patients who had haemorrhaged through the ampulla of Vater -and none had been assessed endoscopically (Van Kemmel et al., 1976) .
Seventy-eight percent of patients in one series who bled from the pancreas had chronic pancreatitis complicated by pseudocyst formation, the remainder bled from pseudoaneurysms due to pressure necrosis and enzyme digestion by expanding pseudocysts, which have no epithelial lining (Frayssinet et al., 1978) . The splenic artery was most commonly affected, but the gastro-duodenal, pancreatico-duodenal, gastric and hepatic arteries, as well as the aorta, have also been involved (Britnall et al., 1974) . The pseudoaneurysm may erode and bleed into the stomach, duodenum, transverse colon, common bile duct, or peritoneal cavity. Haemorrhage may occur spontaneously or after surgical drainage of the pseudocyst. Least commonly haemorrhage may occur through the ampulla of Vater (Britnall et al., 1974; Rosch et al., 1976; Pasquali & Corsi, 1973; Kaplan et al., 1980) .
Bleeding from the pancreas is not always associated with pseudocyst formation; it may occur during acute haemorrhagic pancreatitis, be associated with spontaneous aneurysms of the splenic artery, or be due to pancreatic neoplasia which may cause either local bleeding or local portal hypertension, due to splenic vein thrombosis.
The patient described in the present report is unusual as he did not give a history of chronic pancreatitis apart from a 1 month episode of undiagnosed abdominal pain. The dorsal pancreatic artery as well as the splenic vein were both occluded. As no malignant tissue was identified, and the patient remains healthy, it is assumed that the vascular disturbances were due to chronic pancreatitis with bleeding from an unknown vessel into the pancreatic ductprobably due to distal splenic venous hypertension. Although cystic dilatation of the pancreatic duct was seen on both ultrasound and ERCP, there was no classical pancreatic pseudocyst.
Angiography, ultrasound, endoscopy and ERCP (Britnall et al., 1974; Rosch et al., 1976; Kaplan et al., 1980) have all been used to identify bleeding from the pancreas. In this patient it was only after the use of all four techniques that an exact pre-operative diagnosis was achieved.
Although bleeding pancreatic vessels have been embolized, this patient already had an obliterated pancreatic artery. The distal pancreatectomy and splenectomy may have cured him either by resection of an underlying bleeding vessel or by elimination of the distal splenic venous hypertension.
